Introduction
Interstitial pneumonitis in a patient suffering from rheumatoid arthritis presents a diagnostic problem unrecognized until several years ago.
Case report
A 70-year-old housewife was in good health until 2 weeks before her admission in February 1981 Tala et al., 1979; Limpisvasti and Jones, 1979; Podell et al., 1980; Smith and Ball, 1980; Scott et al., 1981) . The typical picture is that of an acute or sub-acute onset of dyspnoea and cough in a patient on chrysotherapy.
Interestingly, gold sodium thiomalate was used in all previously reported cases. The average duration from start of gold treatment to symptoms was 11 weeks (average total dose 484 mg) while the average duration of the rheumatoid disease was 6.5 years, suggesting a cause-effect relationship between chrysotherapy and lung disease. The most common physical finding was that of dry rales over the lung bases while rash, though a common manifestation of gold toxicity, was present in less than a third of the cases and fever in even fewer (3/19). Clubbing was absent in all cases, contrary to its usual presence in rheumatoid fibrosing alveolitis. Infiltrates were seen on all chest X-rays. Other laboratory tests were not very specific with mild leucocytosis in some cases and eosinophilia in 50% of them. Hypoxaemia is probably common although few articles report on blood gases. Only 60% of these patients had a positive test for rheumatoid factor, suggesting that rheumatoid disease in patients with gold-induced pneumonitis is not particularly severe. The main features distinguishing gold-induced lung disease from rheumatoid fibrosing alveolitis are summarized in Table 1 .
Most of the patients were treated with corticosteroids following withdrawal of gold therapy and the great majority of them showed a rapid and favourable response. The 5 patients who were not treated with steroids had a somewhat more prolonged course. In 2 patients, where rechallenge with gold was (Miyachi, 1976) . It is therefore surmised that the mechanism of injury might be immunological rather than direct toxicity resulting from accumulation of the drug, but positive evidence for an immunological mechanism is lacking. Eosinophilia, as previously mentioned, was present in half the cases. In vitro blastic transformation of lymphocytes by gold was positive in one case (Geddes and Brostoff, 1976) but negative in all others tested (Sepuya et al., 1978; Smith and Ball, 1980) .
Gold is one of a rapidly growing list of drugs capable of causing interstitial lung disease. Goldinduced lung disease presents a challenge in differential diagnosis in patients with rheumatoid arthritis who may develop lung disease in the course of their rheumatoid process.
